There are various clinical manifestations of neurocysticercosis (NCC) that depend on not only the topography, number, and size of the lesions, but also the status of the host's immune response to the parasite infection.
Claude's Syndrome Associated with Neurocysticercosis
Tae-Jin Song, 1 Sang Hyun Suh, 2 Hanna Cho, 3 and Kyung-Yul Lee Claude's syndrome is a distinctive brainstem syndrome characterized by ipsilateral third cranial nerve palsy with contralateral hemiataxia and is due to an intrinsic or extrinsic lesion in the midbrain. We report a case of Claude's syndrome caused by neurocysticercosis infection. A 68 year-old Asian man was admitted to our hospital because of ataxia, left ptosis, and diplopia. Brain magnetic resonance imaging (MRI) showed a cystic lesion in the midbrain, which was surrounded by ring enhancement and peripheral edema. Neurocysticercosis infection was diagnosed by the cerebral spinal fluid study. The patient was treated with albendazole and steroids. A follow-up brain MRI three months later demonstrated the disappearance of a surrounding brain edema and rim enhancement. The most common cause of Claude's syndrome is cerebrovascular disease and malignancy. However, there is no report caused by neurocysticercosis infection. Therefore, if we encounter Claude's syndrome, we should consider neurocysticercosis infection as one of the etiologic factors.
INTRODUCTION CASE REPORT
tion, depression) in the left eye and fourth cranial nerve function was considered normal in the left eye because intorsion of the left eye was preserved. The gait was ataxic and dysdiadochokinesia was present on examination of the right arm.
Brain magnetic resonance imaging (MRI) showed a cystic lesion in the midbrain, which was surrounded by ring enhancement and peripheral edema (Fig. 1A and B) . Enzyme-linked immunosorbent assay for an anticysticercal antibody in serum was negative, but it was positive in cerebral spinal fluid of 0.38 (normal range < 0.18)
The patient was treated with oral albendazole 15 mg/kg/ day in two divided doses for two weeks, and intravenous methylprednisolone 1g/day for six days. Paresis of the third cranial nerve and ataxia resolved completely within one week of treatment. A follow-up brain MRI three months later demonstrated the disappearance of surrounding brain edema and ring enhancement (Fig. 1C and D) .
NCC is a common parasite affecting the central nervous system. Brain parenchyma involvement is the most common and usually presents with seizures. Other clinical manifestations may occur, depending upon the localization and viability of the parasite. There have been several reports that NCC occurred within the intrinsic midbrain, manifested by isolated third cranial nerve palsy with poor prognosis, 2 isolated bilateral ptosis, 4 accompanying hydrocephalus, 6 and recurrent third cranial nerve palsy. 7, 8 However, none of these patients presented with ipsilateral third cranial nerve palsy accompanying contralateral hemiataxia, that is, Claude's syndrome. The Claude described a house painter who developed right third cranial nerve palsy with contralateral gait ataxia. 9 The pathological examination revealed a paramedian mesencephalic infarction on the right involving the superior cerebellar peduncles, the medial half of the red nucleus, and some reports describe the syndrome with Claude's original red nucleus involvement. 5, 10 In this case, the lesion of NCC involved the left superior cerebellar peduncle but not the red nucleus. This finding supports the report that suggests the lesion of the superior cerebellar peduncle just below and medial to the red nucleus can be a cause of Claude's syndrome. 11 The most common cause of Claude's syndrome is cerebrovascular disease and malignancy. 11 There is no report caused by NCC infection. Therefore, we should consider NCC infection as an etiologic factor if we encounter Claude's syndrome. 
